rhage fo llowing a jump. The visual acuity was reduced to 6/60 and had not improved when examined 18 months later. When the fundus was re-examined at this time atro phy was evident at the fovea and the remains of foveal haemorrhage was still evident.
Case 2. A 40-year-old woman who had diabetes of 6 years ' duration that was treated with Humulin S (Lilly) 11 units in the morning and Humulin Initard (Nordisk Well come) 13 units in the evening developed headache and pain behind the eyes fo llowing a jump. This persisted and 6 days later she developed horizontal diplopia. She pre sented to the Eye Department 3 days later and was noted to have a small exophoria with slow recovery to binocular single vision. Nystagmoid jerks were noted on versions. A Hess chart demonstrated a small underaction of the right lateral rectus. There was no other ocular abnormality and both fundi were free of retinopathy.
Discussion
The rise in intravascular pressure within the head during a jump arises from a number of factors. Breath-holding and tensing abdominal muscles have been considered impor tant. 2 ,3 The G forces at the end of the descent have been estimated to be 2.S-3 .0 G4 but could be higher (e.g. 7-8 G) in certain cases.5 This is near the limits of toler ance as sustained by NASA astronauts on spacecraft takeoff. 6 Current operator regulations exclude diabetics from bungee-cord jumping; however, it would appear that par ticipants are not always aware of this exclusion.
The occurrence of serious ocular injuries with perman ent impairment of vision gives rise to concern and partici pants should be aware of the risks involved. Further measures should be instituted to ensure that no diabetic patients participate. Sir,
Retinal Vasculitis and Uveitis in IgA Nephritis
Retinal vasculitis with uveitis in IgA nephritis is reported for the first time to our knowledge.
Case History
An 80cyear-old man presented to our eye unit in July 1993 with progressive painless reduction in vision in his right eye over 1 year and in his left eye over 2 months. He had not had previous eye problems. Angina and peripheral vascular disease had been diag nosed 6 years previously and he had a long history of pep tic ulceration and knee osteo-arthritis.
The patient developed acute renal impairment with a creatinine level of 47S }.tmolll, nephrotic syndrome, ana emia (haemoglobin 93 gil) and purpuric rash in January 1993 (6 months prior to presentation to our unit), and upper gastrointestinal bleeding in February 1993.
Gastroscopy showed a small hiatus hernia and mild gas tritis. Examination did not show any evidence of neuro logical, pulmonary, malignant or infectious disease. He did not have abnormal C or P antineutrophil cytoplasmic antibodies.
Histology
Skin biopsy showed perivascular dermal neutrophil poly morphonuclear infiltrates with disruption of vascular architecture and copious numbers of extravasated erythro cytes and disrupted polymorph nuclear remnants (leuco cytoclastic vasculitis). No direct immunofluorescence was detected, and the patient did not have thrombocytopenia.
Renal biopsy at the same time showed mesangial pro liferation with vasculopathy and interstitial fibrosis. There was interstitial enlargement with mild fibrosis and sub endothelial hyalinosis of arterioles and small arteries. There was no evidence of large vessel arteritis, tubular involvement or crescents. The renal biopsy did not show any significant cellular infiltrate. Immunofluorescence showed signs of active IgA nephritis including extensive granular IgA deposits together with IgM, C3 and fibrin in the mesangium and on basement of all glomeruli exam ined, whilst the blood vessels did not demonstrate immunofluorescence.
Systemic Response to Tr eatment
The patient responded well to intravenous methylpred nisolone SOO mg and azathioprine ISO mg daily for 3 days. Azathioprine was then discontinued because of leu copenia, and the nephrotic syndrome improved on decreasing doses of oral prednisolone (slowly tapered from 60 mg daily to 10 mg alternate days over a period of 4 months). The creatinine level slowly dropped to 189 Ilmol/l over this period. The peripheral oedema responded to bumetanide 10-20 mg daily in divided doses, and the patient required nifedipine 30 mg daily for systemic hypertension.
The patient had it minor relapse of his purpura and recurrence of oedema immediately prior to presentation to our unit and his prednisolone was increased to 20 mg daily and azathioprine 50 mg daily was commenced.
Ocular Signs
On examination the corrected visual acuity was 6/36 right and 6/24 left. The applanation tensions measured 20 right and 25 left (mmHg). The patient had a dense right relative afferent pupillary defect.
The right eye had diffuse spidery non-pigmented non granulomatous keratic precipitates (similar to those seen in Fuch's heterochromic uveitis), flare (+) and cells (++). There was no fibrin, hypopyon, heterochromia, iris atro phy, nodules or synechiae. The lens was clear. The vit reous was opacified by cells and debris (+++). Fundal details were initially obscured. Ultrasonography showed vitreous opacities with a complete posterior vitreous detachment.
The left eye had a moderate posterior subcapsular lens opacity and the anterior segment was otherwise normal. The left posterior pole showed dry atrophic age-related retinal pigment epithelial changes. The left optic disc, per ipheral retina and vitreous were normal.
Ocular movements and adnexae were normal. Left Armaly visual field was full and the right visual field to confrontation was concentrically constricted.
Right orbital floor depot methylprednisolone acetate 40 mg was administered and the patient continued taking prednisolone 20 mg daily and azathioprine 50 mg daily. His vitritis partly resolved over the following 2 months to reveal right optic atrophy, dull foveal reflex and peri vascular sheathing. There were no obvious fundal infil trates, scars or signs of retinitis or choroiditis to suggest a secondary retinal vasculitis.
Discussion
Our patient is best described as having primary IgA neph ritis, with the reserve that there is considerable clinical overlap between this condition and many cases of Henoch-Schonlein purpura. This patient fulfils the American College of Rheumatology diagnostic criteria for Henoch-Schonlein purpura, 1 though also fulfils the criteria for IgA nephritis.
The American College of Rheumatologists diagnostic criteria have found that the presence of two or more of the following criteria distinguishes Henoch-Schonlein pur pura from other vasculitides with a sensitivity of 89.4% and a specificity of 88.1 %. The criteria are : (1) age less than 21 years at onset, (2) palpable purpura, (3) gastro intestinal bleeding and (4) biopsy showing granulocytes around arterioles or venules.1
LETTERS TO THE JOURNAL
Henoch-Schonlein purpura is a small-vessel vasculitic process classically occurring in children, though it can occur at any age. The classic presentation is of purpura of the lower extremities, abdominal pain, arthralgia and renal involvement. Our patient has confirmed IgA nephritis and is atypical for Henoch-Schonlein purpura in that he is considerably older than most patients with the condition; skin biopsy did not reveal the dermal immunofluorescence usually found in this condition; his gastrointestinal bleed ing can be attributed to endoscopically confirmed gastri tis; and his renal function responded dramatically to immunosuppression.
Posterior uveitis and retinal vasculitis have not been reported in Henoch-Schonlein purpura to our knowledge, even in large series of patients with this disorder. 1 .2 Similarly one large study of 150 patients with retinal vas culitis did not identify any patients who had IgA nephritis or Henoch-SchOnlein purpura. 3 There are reports of inflammatory eye disease in IgA nephritis and Henoch-SchOnlein purpura, including occasional cases of anterior uveitis;4-6 a single report of keratitis;4 and a single report of combined lid and scalp oedema.7 Scleritis and/or episcleritis has been reported in 3-1 8% of cases of lgA nephritis.6 . s,9 It is interesting to note that scleritis has not been reported in other types of renal disease.s
Conclusion
The association between inflammatory eye disease and systemic collagenoses is well known. It seems that there is an association between IgA nephritides (including primary IgA nephritis and Henoch-Schonlein purpura) and inflammatory eye disease.
We conclude that patients with these conditions should be referred for specialist ophthalmic opinion if they have ocular symptoms. We also conclude that patients should be directly questioned about ocular symptoms as inflam matory eye disease may not necessarily be painful. Injuries to the eye and orbit caused by unprotected garden canes are common and may result in retained orbital or orbito-cranial foreign bodies. The external entry wound may be apparently minor and retained wooden foreign bodies may be difficult to detect radiologically. 1-9 This case had a large orbital foreign body which computed tomography (CT) failed to detect and had no skin wound.
Case Report
A 25-year-old woman presented to the Accident and Emergency Department of the Royal Berkshire Hospital complaining that her right eye was moderately sore, more so on looking from side to side. The previous day, her right eye had been poked by a vertical bamboo cane while gar dening. The only external evidence of injury was two minor upper lid abrasions and slight conjunctival injection temporally.
Closer examination revealed a 6 mm perforation of the conjunctiva deep in the lateral fornix with a number of soil particles at the entry site. Ocular examination was other wise normal, visual acuity 6/5 on each side and ocular movement full without diplopia.
The patient received tetanus toxoid and prophylactic antibiotics orally and topically to cover aerobic and anaer- 
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obic bacteria. CT scan of the orbits at 5 mm intervals demonstrated a radiolucent area with a density similar to that of air in the right orbit at the temporal border of lateral rectus, and soft tissue swelling of the lateral fornix and lat eral rectus (Fig. 1) .
The patient remained apyrexial, but by the following morning had developed eyelid swelling and erythema with slight diplopia on dextroversion. The wound was explored under general anaesthesia. Two 2 cm sectoral fragments of bamboo were removed through the entry site (Figs. 2,  3 ) from between the lateral wall of orbit and lateral rectus, a few fibres of which were frayed just behind the insertion. The location and dimensions of the foreign bodies paral leled those of the radiolucent areas detected radiologically.
Post-operative recovery was unremarkable apart from mild residual limitation of right eye adduction and dextroelevation.
Discussion
Quite large foreign bodies may penetrate the orbit through deceptively small entry wounds because they possess either a sharp end or an elongate form. A high index of suspicion is essential for any eyelid or conjunctival lacer ation, particularly if orbital fat is visible indicating that the orbital septum has been breached. 4 It is likely that some foreign bodies entering the orbit are snapped by sideward pressure against the orbital margin causing local bruising or abrasion. Although the eye and all other orbital struc tures must be assessed for possible injury, the resilience of the sclera and the displaceability of the globe often protect it. 6 Orbital foreign bodies can penetrate the cranial cavity or paranasal sinuses. The pyramidal shape of the orbit may deflect objects entering it towards the apex, where the superior orbital fissure and optic canal allow passage to the middle cranial fo ssa. The roof and medial wall of orbit are thin and easily perforated, especially in childhood, and are more vulnerable if the head was extended at the time of 
